Clinical significance of the expression of endothelial-monocyte activating polypeptide II (EMAPII) in the treatment of glioblastoma with recombinant mutant human tumor necrosis factor-alpha (TNF-SAM2).
The application of human mutant recombinant TNF-alpha (TNF-SAM2) to glioblastoma has shown that there is marked variation in its sensitivity to TNF. To determine whether the production of endothelial-monocyte activating polypeptide II (EMAPII) by tumors confers TNF sensitivity and whether EMAPII expression in glioblastoma can predict the clinical response to TNF therapy, we evaluated EMAPII expression and the efficacy of TNF in patients with glioblastoma. We analyzed EMAPII mRNA expression using reverse transcriptase-polymerase chain reaction (RT-PCR) of frozen tissue sections of glioblastoma and evaluated if there was any correlation between EMAPII expression and the response to TNF therapy in patients with glioblastoma. Amplified bands corresponding to EMAPII were obtained by RT-PCR in 8 out of 11 glioblastomas. There was a significant correlation between the time to tumor progression after TNF-SAM2 treatment and the expression of EMAPII (p < 0.05). Patients with positive expression of EMAPII in their tumor tissues tended to have longer progression-free survival. Variable responses to combined chemotherapy with mutant TNF-alpha (TNF-SAM2) might be explained by EMAPII expression in glioblastoma. EMAPII expression in glioblastoma might predict the clinical response to TNF therapy and potentially identify patients with cytokine-responsive tumors.